is the major subtype in Japan. In contrast, the antibody titers among the renal transplant recipients differed, and recipients who had BKVN showed a particular tendency to have low antibody titers before surgery.
INTRODUCTION AND OBJECTIVES: New-onset diabetes mellitus after kidney transplantation (NODAT) is known to be a risk factor for deterioration of graft function and may also cause various fatal complications, including cardiovascular disease after kidney transplantation (KTx) . In this study, we focused on genes encoding proteins responsible for the glucose metabolism and determined their single-nucleotide polymorphisms (SNPs). We also examined the correlation between these SNPs and glucose intolerance after KTx.
METHODS: This study included 38 patients who underwent KTx at Kobe University Hospital and had normal glucose tolerance prior to KTx. We defined patients with plasma glucose level higher than 140mg/dl at 120 minutes in 75g OGTT at 1 year after KTx as new-onset impaired glucose tolerance (NIGT). We identified 8 SNPs in 7 genes, including, GLUT2 and PCK2, which are involved in glucose metabolism in the liver, as well as IGF2BP2, CDKN2A/B, HHEX and SLC30A8, CDKAL1 which are associated with glucose metabolism in other tissues. We compared the prevalence rate of NIGT among SNPs in each gene.
RESULTS: Out of 38 patients included in this study, 11 patients (28.9%) were diagnosed as NIGT. There was no difference in genotype distribution between transplant and Japanese population samples concerning 8 SNPs in 7 genes. As for rs4982856 in PCK2 gene, the distribution of genotype was, T/T: 11 (28.9 %), T/C: 23 (60.5 %), C/C: 4 (10.5 %) as a whole (table 1) . Seven patients out of 11 patients with NIGT had T/T genotype of rs4982856, while only 5 patients out of 27 patients with normal glucose tolerance had T/T genotype of rs4982856. The T allele frequency of the rs4982856 was significantly higher in NIGT than in normal group (81.8 vs. 52.8 %, respectively; p ¼ 0.015; Table 2 ). Other SNPs were not associated with the risk of glucose intolerance.
CONCLUSIONS: Our study indicates that T allele of the rs4982856 in PCK2 gene may be the risk factor for impaired glucose tolerance after kidney transplantation. INTRODUCTION AND OBJECTIVES: Chronic kidney pain can be debilitating for patients and frustrating for physicians due to a lack of consensus evaluation or treatment. Chronic narcotics are commonly used with multiple untoward effects often without satisfactory resolution of pain. The celiac plexus provides sensory innervation to multiple intraabdominal organs, including the kidneys. Alleviation of chronic renal pain can be achieved with celiac block, but this is often short-lived. Skeletonizing the renal artery, auto-transplantation and nephrectomy have all been used as lastditch efforts for relief. We seek here to introduce a practice pattern whereby patients in whom auto-transplant or nephrectomy is considered first undergo celiac block and, if successful, then undergo definitive management.
Source of
METHODS: Six patients were retrospectively identified who were considered for auto-transplant for various indications including ureteral stricture disease, chronic pain, and renal vascular disease. A single surgeon performed all procedures. Ultimately, celiac block was e1000 THE JOURNAL OF UROLOGY â Vol. 197, No. 4S, Supplement, Monday, May 15, 2017 
